Behqet's disease may be due to increased chemotactic activity and minor alterations in functional metabolic activity of leucocytes.
The aetiology of Beh9et's disease remains enigmatic.
Current concepts favour an immune mechanism to explain the systemic inflammatory lesions (Chajek and Fainaru, 1975) .
Recently, Matsumura and Mizushima (1975) reported enhanced chemotactic activity of polymorphonuclear leucocytes (PMN) Chemotaxis determinations were made on agarose plates, according to the method of Cutler (1974) . This method proved to be useful in the simultaneous assessment of free and chemotactic leucocyte migration (Nelson et al., 1975) . The following chemotactic stimuli were used: (a) human serum incubated with Escherichia coli 0127:B8 lipopolysaccharide (Difco Laboratories, Detroit, Mich) (Gallin et al., 1973) ; (b) E. coli culture filtrate (Hill et al., 1974) ; (c) a mixture of dextran-diluted plasma incubated with human aggregated y-globulin (Frei etal., 1974) .
The plates were incubated in a humid CO2 incubator for 21 hours at 37°C. The final evaluation of leucocyte migration was made by projecting the Giemsa-stained migration areas on a screen, copying on weighing paper, cutting out, and weighing. Every single mixture, as well as free leucocyte migration, was assayed at least three times and at most six times, and average results were calculated. The results are expressed in milligrams.
NBT reduction tests were performed according to our standardised method (Merzbach and Obedeanu, 1975) . Spontaneous and endotoxin-stimulated tests were performed for each patient in two parallel incubation mixtures and the results were averaged. The lipopolysaccharide used for stimulation was the same as that used in chemotactic experiments.
Statistical evaluation of results, as well as the Student's significance t tests, were performed according to Hill (1961) .
Results
Spontaneous NBT reduction was normal in the vast majority of patients with a range of 0-16 % and mean 4.95 ± 4-68 %. The mean level in 37 healthy controls was 4-13 ± 3*0% and the normal range 0-11% (Table 1) . After stimulation the mean NBT reduction in controls was 46-35 ± 10-01 %, significantly higher than in patients with Behcet's disease, 38-2 ± 17-47 % (p < 0 025). In 5 of the 19 patients tested the stimulated NBT reduction was below the lower limit of normal for this laboratory. (Haim et al., 1976) . The time sequence of the reaction is somewhat late for an immediate hypersensitivity reaction and early for a delayed hypersensitivity reaction. The striking feature of pathergy is rapid cellular inflammatory response to minimal stimulation. Accordingly, the finding of high chemotactic activity of PMN in Behcet's disease by Matsumura and Mizushima (1975) suggested a new approach to the pathogenesis of Behcet's lesion and, in particular, of pathergy.
In the present study, free spontaneous migration of leucocytes in patients with Behret's disease was diminished when compared to normal healthy control leucocytes (p < 0-05). However, when stimulated by chemotactic factors, the Behret's leucocytes not only migrated normally but, in the presence of normal control serum and E. coli lipopolysaccharide, chemotactic activity was superior to that of control leucocytes (p < 005). The E. coli lipopolysaccharide acts by activating the chemotactic properties of the complement system.
Of further interest is the striking enhancement of leucocyte migration in the control group by the addition of Behcet's serum. These findings suggest enhanced chemotactic activity in Behcet's disease due to a serum chemotactic factor as well as an intrinsic leucocyte component. Why increased chemotaxis was observed in serum and not in plasma is unclear and requires further investigation.
The complement system plays an important role in normal chemotaxis, and it may be relevant that in most cases of BehSet's disease there is evidence of complement activation with increased total haemolytic complement activity as well as strikingly increased levels of Cs (Kawachi-Takahashi et al., 1974; Kogure et al., 1971) .
Spontaneous NBT reduction was normal in this series as opposed to high values described elsewhere (Okuda et al., 1974) . In fact, a lower than normal reduction response occurred after stimulation of the leucocytes with endotoxin. This observation, together with the finding of diminished oxygen consumption by Behcet's leucocytes, may suggest a minor functional metabolic abnormality of leucocytes in Beh9et's disease.
Patients with Behret's disease have no increased susceptibility to infection and therefore any such leucocyte metabolic defect does not impair the inflammatory reaction to trauma or tissue invasion. On the contrary, pathergy, as well as mucocutaneous lesions represent an exaggerated cellular inflammatory response to tissue prick. Increased chemotactic activity of PMN in Behget's disease together with alterations in leucocyte function may be part of the complex pathogenesis of this chronic inflammatory disease which as yet defies explanation.
